Abstract
highly upregulated pathways in patients with high resolution computed tomography-defined responses following an acute exacerbation of COPD (AECOPD) were associated with increased AECOPD recurrence rates, and higher hospitalization and mortality rates when subjects were 134 followed for 2 years (9). Together, these results suggest that B-cell signaling has protective 135 functions during AECOPD. However, additional studies are needed to test this hypothesis. (Table   143 1) as outlined below. However, other studies have not linked auto-antibody levels to COPD. Wood et al. observed that 240 serum anti-elastin antibody levels were higher in controls than COPD patients, related only to CS 241 exposure, and higher in subjects that smoked less than 10 pack-years (81). Two studies did not 242 show differences in anti-elastin autoantibody levels in COPD patients, smokers without COPD, This study reported that B cell production of IL-10 was necessary for macrophage activation and Moreover, sputum levels of C5 activation products correlated negatively with lung diffusion 264 coefficient linking C5 activation to the emphysema phenotype (48). Together, these results
265
suggest that complement activation promotes the recruitment and activation of leukocytes that release proteinases and oxidants that injure the lung ECM and alveolar septal cells causing inflammation and emphysema development (70) indicating that early intervention with BAFFR-
290
Fc is needed to modify emphysema progression in CS-exposed mice. 
